The characteristic of right-bundle branch block (RBBB) 
Introduction

Brugada syndrome (BS) is a cardiac disorder associated with a high risk of sudden death. BS is characterized by an accentuated J wave and ST elevation in the right precordial leads, V1 to V3, on the surface electrocardiogram (ECG), with incomplete or complete right-bundle branch blocks (IRBBB or CRBBB, respectively) (1). An accentuated J wave stimulates an R' and gives the appearance of RBBB. The R' in BS is thought to be due to early repolarization of the right ventricular epicardium rather than the RBBB (2). The characteristic of RBBB pattern in BS is
Discussion
A number of case reports have described that fever triggers the clinical manifestations of BS (3-7). However, as far as we know, it has never been reported that an ECG pattern of BS has been evoked by a febrile illness in a patient with a CRBBB pattern. This is the first case report of a patient with BS in whom a typical CRBBB pattern was disclosed by a febrile illness. The right bundle branch originates from the His bundle and crosses to right side of the interventricular septum, then extends along the right ventricular wall to the region of the anterolateral papillary muscle of the right ventricle. Eriksson et al (8) reported that the prevalence of bundle-branch block increases from 1% at age 50 years to 17% at age 80 years. The RBBB pattern in a patient with BS is not characterized by deep and wide S waves in the lateral leads, and the RBBB pattern has an almost normal QRS duration. The present BS patient had a typical RBBB ECG pattern with deep and wide S waves in the lateral leads and a wide QRS duration. One of the current models explaining the ECG alterations observed in patients with BS is based on an imbalance between the depolarizing and repolarizing currents during the action potential phase 1, mainly in cells expressing a large transient outward (Ito) current as the epicardial cells of the right ventricle. BS is linked to different mutations in SCN5A, the gene encoding for the alpha subunit of the cardiac sodium channel (9). Dumaine et al (10) have reported a
F i g u r e 3 . I n t r a c a r d i a c e l e c t r o g r a m o f i n d u c e d VF i n a n e l e c t r o p h y s i o l o g i c s t u d y . VF i s i n d u c e d b y p r o g r a mme d v e n t r i c u l a r s t i mu l a t i o n f r o m t h e r i g h t v e n t r i c u l a r a p e x wi t h S 3 e x t r a s t i mu l i . HB : Hi s b u n d l e , CS : c o r o n a r y s i n u s , p x : p r o x i ma l e l e c t r o d e , d s : d i s t a l e l e c t r o d e , RVOT : r i g h t v e n t r i c u l a r o u t f l o w t r a c t , RVA: r i g h t v e n t r i c u l a r a p e x .
definite link between high temperatures and alteration of sodium channel kinetics due to SCN5A gene mutations. Keller et al (11) 
